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Abstract 

Background:  The comparison of prostate-specific antigen (PSA) levels among older individuals with different peri-
odontal statuses has not been fully investigated. Here we aimed to explore the correlation between the staging and 
grading of periodontitis and PSA levels in an elderly Chinese male population, which may lead to a biopsy recom-
mendation and prevent prostate cancer as early as possible.

Methods:  The study included 996 individuals aged ≥ 55 years who participated in routine postretirement physi-
cal examinations. Periodontal data included probing depth and gingival recession on four sites/tooth and on two 
diagonal quadrants (1–3 or 2–4) while excluding third molars, and clinical attachment loss was calculated. Periodontal 
status was classified as none, mild-moderate or severe periodontitis according to the Centers for Disease Control and 
Prevention and the American Academy of Periodontology case definition. Blood samples, oral health status and soci-
odemographic characteristics were collected by using general and oral examinations and questionnaires. Linear and 
logistic regressions were used to estimate the correlation between periodontitis severity and PSA levels, respectively.

Results:  A total of 479 men had mild-moderate periodontitis and 355 had severe periodontitis; 162 men were peri-
odontally healthy individuals. After adjusting for potential confounders, PSA levels were significantly lower in the indi-
viduals without periodontitis than in those with mild-moderate (P = 0.04) or severe (P = 0.03) periodontitis. However, 
PSA levels did not significantly correlate with periodontitis severity (P = 0.06). Although the ORs of elevated PSA were 
not significant, individuals with PSA ≥ 4.0 ng/mL were more likely to have periodontitis.

Conclusions:  In a sample of an elderly Chinese male population, after adjusting for possible confounders, serum PSA 
levels in individuals with periodontitis were significantly higher than those in individuals without periodontitis, but 
serum PSA did not significantly correlate with periodontitis severity.
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Background
Periodontitis is one of the most frequent diseases with 
a prevalence of 45–50% of the world population [1], in 
which inflammation occurs in the periodontal tissue. 
In mainland China, the incidence of periodontitis in 
people over 55  years old is 64.6%, and the incidence of 
severe periodontitis is 37.3% [2]. On the tooth surfaces, 
specific pathogens contribute to the formation of com-
plex communities organized as biofilms by binding to 

Open Access

†Mengyun Mao and Haihua Zhu contributed equally to this work

*Correspondence:  zfd@zju.edu.cn; qmchen@zju.edu.cn

Stomatology Hospital, School of Stomatology, Zhejiang University School 
of Medicine, Zhejiang Provincial Clinical Research Center for Oral Diseases, 
Key Laboratory of Oral Biomedical Research of Zhejiang Province, Cancer 
Center of Zhejiang University, Hangzhou 310006, China

http://creativecommons.org/licenses/by/4.0/
http://creativecommons.org/publicdomain/zero/1.0/
http://creativecommons.org/publicdomain/zero/1.0/
http://crossmark.crossref.org/dialog/?doi=10.1186/s12903-022-02171-9&domain=pdf


Page 2 of 8Mao et al. BMC Oral Health          (2022) 22:163 

early colonizing, which initiates gingival inflammation. 
Subsequently, oral bacterial dysbiosis results from gin-
gival inflammation and bacteria by producting enriched 
species. Afterward, host inflammatory and immune 
mechanisms occur in response to uncontrolled bacterial 
challenge. The relevant tissues are ultimately changed 
in the case of gingivitis and periodontitis resulting from 
host–microbial interactions [3]. As the inflammation 
process continues, the tissues and bones that support 
the teeth are eventually destroyed [4]. Periodontitis can 
clinically manifest as gingival bleeding, periodontal 
pocket formation, and tooth loosening and loss, which 
seriously affect the quality of life of patients [5, 6]. It has 
been widely investigated by researchers that periodontal 
pathogens are associated with various nonmalignant and 
malignant diseases, such as cardiovascular diseases, Alz-
heimer’s disease, diabetes, lung cancer and other malig-
nant diseases [3, 7, 8].

Prostate cancer (PC) is an epithelial malignant tumor 
of the prostate gland. The incidence rates of PC vary geo-
graphically and are lower in East Asia [9]. However, the 
incidence rates have increased significantly in China due 
to economic growth, prolongation of life span and culture 
exchange [10, 11]. In 1980, Papsidero et al. was the first 
group to quantify prostate-specific antigen (PSA) levels 
in the blood of humans [12], constituting the beginning 
of the clinical application of PSA as a marker, which is 
widely used to screen PC in medicine today. It has been 
established that the PSA cutoff recommended for biopsy 
is 4.0 ng/mL, although many cases have been missed with 
this cutoff [13]. Scholars in the United States suggested a 
limit of 2.5 ng/mL to increase sensitivity [14].

Recently, Joshi et al. found a relationship between peri-
odontitis and PSA levels in chronic prostatitis patients 
[15]. Boyapati et al. showed a pathological link between 
moderate-to-severe prostatitis and periodontitis [16]. 
Estemalik et  al. also reported the presence of Porphy-
romonas gingivalis and Treponema denticola DNA in the 
expressed prostatic secretion and dental plaque of the 
same patient, supporting the relationship between peri-
odontitis and prostatitis [17]. In addition, scholars [18] 
have revealed that PSA levels could be reduced after the 
treatment of patients with chronic periodontal inflam-
mation. However, Kruck et al. suggested no influence of 
chronic periodontitis treatment on tPSA or fPSA levels 
in asymptomatic men [19]. The comparison of PSA lev-
els with different periodontal statuses has not been fully 
investigated, especially in the elderly population. The 
severity of periodontitis positively correlates with age [2]. 
The European Randomized Study of Screening for Pros-
tate Cancer (ERSPC) and Prostate, Lung, Colorectal and 
Ovarian (PLCO) cancer screening trials have indicated 
that PSA levels in men 55 to 74  years old are ≥ 3.0  ng/

mL in approximately 14–16% [20]. "Early screening, early 
diagnosis and early treatment" is an effective strategy to 
reduce and prevent the mortality of cancer patients [21]. 
At present, PSA levels are an important indicator of PC 
biopsy screening, and the correlation with periodontitis 
in the elderly Chinese male population of the PC screen-
ing age range is not clear. Since the oral cavity is easily 
accessible, it is used for the early diagnosis of many nono-
ral diseases. Therefore, we aimed to investigate the cor-
relation between the staging and grading of periodontitis 
and PSA levels in an elderly Chinese male population 
without PC, which may lead to a biopsy recommendation 
in an effort to prevent PC as early as possible.

Materials
Study design
People who have retired from urban community enter-
prises in China have the opportunity to undergo regu-
lar physical examinations in community hospitals by 
appointment, which includes blood tests and systemic 
disease examinations. The stratified multistage clus-
ter random sampling method according to the district, 
street, and community was used in our survey. Six com-
munity hospitals in Hangzhou were randomly chosen, 
and 5819 55–90-year-old residents who underwent rou-
tine physical exams from November 2021 to December 
2021 in these hospitals were used as the source popula-
tion. Participants aged ≥ 55  years were eligible for oral 
examination if they did not refuse to participate or meet 
any health exclusion criteria. Individuals who had fewer 
than 6 teeth or conditions in which they could not toler-
ate oral examinations were excluded.

Population
After excluding 1945 residents who refused oral health 
examination and 2598 female subjects, we collected data 
about sociodemographic characteristics from question-
naires and general oral health status from oral exami-
nation for 1276 male subjects. Then, 280 men with 
nonnegligible missing values (height, weight, diabetes 
status and smoking status) or who had tumor disease, 
inflammation of the prostate or current prostate infec-
tion were excluded. Thus, 996 males were enrolled; the 
specific process of sample screening is described in detail 
in Fig.  1. The protocol was reviewed and approved by 
the Ethics Committee of Stomatology Hospital, affiliated 
with the Zhejiang University School of Medicine (Ethics 
Approval No. 2021-075). The patients provided informed 
consent for their data to be used for research purposes.

Oral and periodontal examination
Oral examinations were performed by well-trained pro-
fessional dentists at mobile examination centers. Before 
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data collection, intensive examiner training was con-
ducted to reduce measurement bias. A total of 6 den-
tists carried out the examinations, working in pairs, and 
intergroup and intragroup reliabilities were checked by 
calculating kappa values. Dentists were admitted to the 
program only if their Kappa coefficient was 0.7 or greater. 
Periodontal examinations were conducted according to 
the half-mouth, four-site protocol, randomly alternating 
on two diagonal quadrants (1–3 or 2–4) while exclud-
ing third molars [22]. Measurements were obtained 
for four interproximal sites per tooth (disto-buccal, 

mesio-buccal, mesio-lingual, and disto-lingual), which 
included probing depth (PD) (mm), gingival recession 
(GR)(mm), and clinical attachment loss (CAL)(mm). PD 
and GR were assessed using a ball-end community peri-
odontal index (CPI) probe, and CAL was calculated as 
the sum of PD and GR; the result represents the distance 
from the cemento-enamel junction to the bottom of the 
pocket. Bleeding on probing (BOP) and gingival swell-
ing were also recorded. No radiographic examination was 
conducted.

In epidemiological studies, periodontal status is mainly 
described by the use of PD and CAL assessments. Peri-
odontitis staging was defined according to severity in 
none, mild-moderate, and severe periodontitis [23], using 
a rule-based algorithm outlined by the Centers for Dis-
ease Control and Prevention and the American Acad-
emy of Periodontology (CDC/AAP), as shown in Table 1. 
Importantly, these case definitions are intended for use in 
field surveys and not for clinical practice [24]

Measurement of serum PSA concentration
Serum total PSA concentrations were measured as a part 
of routine fasting blood sample testing. Serum PSA con-
centrations were divided into normal and elevated levels 
at cutoff points of 2.5 [14] and 4.0  ng/mL, respectively. 
Other biomarkers, such as total cholesterol, triglycerides, 
and fasting plasma glucose (FPG), were also measured.

Covariates
At the time of enrollment, questionnaires were used to 
collect oral health status and sociodemographic charac-
teristics, and the subjects were divided into different cat-
egories according to different variables. There were three 
statuses of smoking: never (≤ 100 cigarettes), former 
(who quit at least 12 months ago), and current (who now 
smoke “every day” or “some days”). According to FPG, 
diabetes status was categorized as no diabetes (clinically 
undiagnosed diabetes; FPG < 100  mg/dL), prediabetes 
(clinically undiagnosed diabetes; FPG between 100 and 

Fig. 1  Process of sample screening for 5819 residents

Table 1  Definitions of groups of periodontitis based on periodontitis and CAL

Periodontitis definition Criteria

Severe ≥ 2 interproximal sites with ≥ 6 mm CAL (not on the same tooth)
AND
≥ 1 or more interproximal site(s) with ≥ 5 mm PD

Mild-moderate Among those who did not meet the severe periodontitis case definition;
≥ 2 interproximal sites with ≥ 3 mm CAL
AND
(≥ 2 interproximal sites with ≥ 4 mm PD (not on
the same tooth)
OR 1 site with ≥ 5 mm PD)

None Meets neither the severe nor mild-moderate periodontitis definition
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126 mg/dL), and diabetes (clinically diagnosed diabetes; 
FPG ≥ 126  mg/dL) [25]. Hypertension status was deter-
mined [26] by systolic blood pressure ≥ 140 mm Hg and/
or diastolic blood pressure ≥ 90  mm  Hg (average of at 
least three resting measurements) or by the presence of 
clinically diagnosed hypertension.

Statistical analysis
Descriptive statistics were calculated to describe baseline 
variables classified by periodontitis severity (none, mild-
moderate, and severe). We used linear regression analysis 
to estimate whether serum PSA concentration was asso-
ciated with periodontitis severity. Two different models 
were used: (i) a model adjusted for age and (ii) a model 
adjusted for age, BMI, smoking, hypertension and dia-
betes. As the distribution of serum PSA concentrations 
was skewed, we took the natural logarithm of PSA. After 
adjusting for the same covariates, one ordinal regression 
model with elevated PSA levels was constructed for mul-
tivariate analysis. Multicollinearity was tested to elimi-
nate individual confounding factors. The test of parallel 
lines was also employed to determine whether ordinal 
regression could be applied.

All data analyses were performed using IBM SPSS 
Statistics version 22.0 for Windows (IBM, Armonk, NY, 
USA).

Results
The 996 participants were divided into three groups: 
355 men with severe periodontitis, 479 men with mild-
moderate periodontitis, and 162 men who were peri-
odontally healthy. The characteristics are presented 
according to the classification of periodontitis sever-
ity in Table  2. The average age of the population was 

66.88  years (standard deviation (SD) 6.09). The total 
mean PSA was 2.31  ng/mL, and the mean BMI was 
24.59  kg/m2. A total of 71.1% of the participants had 
diabetes or prediabetes, 46.2% had hypertension, and 
45.3% were former or current smokers. With respect 
to correlation between periodontitis and PSA, indi-
viduals with periodontitis had higher total PSA levels 
than those without periodontitis, regardless of severity 
and potential confounders.

After adjusting for age (Model 1), PSA levels in the 
blood increased with the severity of periodontitis 
(P = 0.05; Table 3). In Model 2, PSA level did not signifi-
cantly correlate with periodontitis severity after adjust-
ing for age, BMI, smoking, hypertension and diabetes 
(P = 0.06). However, PSA levels were significantly higher 
in individuals with mild-moderate (P = 0.04) and severe 
(P = 0.03) periodontitis than in those without periodonti-
tis, as illustrated in Fig. 2.

The ORs of elevated PSA did not increase with sever-
ity, regardless of whether the cutoff point was 2.5 or 

Table 2  Characteristics of the participants by category of periodontitis severity (N = 996)

a Reference category

*Statistically significant difference compared with the reference category (p < 0.05)

Overall (N = 996) Nonea

(N = 162, 16.3%)
Mild-moderate (N = 479, 
48.1%)

Severe
(N = 355, 35.6%)

Total PSA mean (SD), ng/mL 2.32 (3.69) 2.05 (2.39) 2.31 (3.39)* 2.43 (4.48)*

Age mean (SD), years 66.88 (6.09) 66.69 (6.13) 67.33 (6.12) 66.37 (6.00)

BMI mean (SD), kg/m2 24.59 (2.92) 24.65 (2.85) 24.66 (2.85) 24.48 (3.05)

Diabetes N (%)

 No diabetes 288 (28.9) 44 (27.2) 132 (27.6) 112 (31.5)

 Pre-diabetes 438 (44.0) 73 (45.0) 217 (45.3) 148 (41.7)

 Diabetes 270 (27.1) 45 (27.8) 130 (27.1) 95 (26.8)

Cigarette smoking status N (%)

 Never 545 (54.7) 108 (66.7) 260 (54.3) 177 (49.9)

 Current 365 (36.6) 45 (27.8) 174 (36.3) 146 (41.1)

 Former 86 (8.7) 9 (5.5) 45 (9.4) 32 (9.0)

Table 3  Correlation of periodontitis severity with serum PSA 
levels

a Model 1 adjusted for age in years (continuous)
b Model 2 adjusted for age in years (continuous), body mass index (continuous), 
smoking (never, former, current), diabetes (nondiabetic, prediabetic, diabetic), 
and hypertension (no, yes)

*Statistically significant difference when compared with the reference category

None
(n = 162)

Mild-moderate
(n = 479)

Severe
(n = 355)

P

In(PSA) coef-
ficient (95% CI)

 Model 1a Reference 0.15 (0.01,0.30) 0.17 (0.02,0.32) 0.05*

 Model 2b Reference 0.15 (0.01,0.30) 0.17 (0.02,0.32) 0.06
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4  ng/mL (Table  4). Nevertheless, individuals with PSA 
levels greater than 4.0  ng/mL were more likely to have 
periodontitis.

Discussion
We strove to explore the correlation between periodon-
titis and PSA levels in the peripheral blood in elderly 
Chinese men without PC to lead to a biopsy recommen-
dation and prevent PC as early as possible. We compre-
hensively examined periodontal status and then explored 
influencing factors, including demographic characteris-
tics, systemic disease, and lifestyle habits. After adjust-
ing for confounding factors, PSA levels were significantly 
higher in men with periodontitis but did not correlate 
significantly with the severity of periodontitis.

Recent studies have explored the correlation between 
periodontitis and PSA levels. Huang et  al. [27] revealed 
that serum PSA levels in men with periodontitis were 
not higher after accounting for age and other factors in 
a middle-aged and older population in America, and a 
prospective study [19] suggested no influence of chronic 
periodontitis treatment on tPSA or fPSA levels in asymp-
tomatic men. However, Joshi et al. [15]. found that PSA 
levels were higher in individuals with CAL ≥ 2.7 mm and 
moderate/severe prostatitis than in patients with neither 
condition, CAL ≥ 2.7  mm or moderate/severe prosta-
titis. Indeed, if PSA levels increase with the severity of 

Fig. 2  PSA levels in subjects with none/mild-moderate/severe periodontitis

Table 4  Correlation of periodontitis severity with elevated 
serum PSA levels

a Model 1 adjusted for age in years (continuous)
b Model 2 adjusted for age in years (continuous), body mass index (continuous), 
smoking (never, former, current), diabetes (nondiabetic, prediabetic, diabetic), 
and hypertension (no, yes)

None
(n = 162)

Mild-moderate
(n = 479)

Severe
(n = 355)

P

Odds ratio (95% 
CI)

 PSA > 2.5 ng/mL 39 113 91

 Model 1a Reference 0.93 (0.61,1.43) 1.11 (0.72,1.74) 0.42

 Model 2b Reference 1.06 (0.69,1.62) 1.12 (0.72,1.73) 0.45

 PSA > 4 ng/mL 19 64 51

 Model 1a Reference 1.12 (0.64,1.93) 1.30 (0.73,2.30) 0.33

 Model 2b Reference 1.13 (0.65,1.96) 1.28 (0.72,2.27) 0.38
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periodontitis or if periodontal treatment reduces PSA, we 
would infer a positive correlation between periodontitis 
and PC risk. Scholars [28] have suggested that periodon-
titis has a slight positive correlation with PC in a South 
Korean population, although another study [29] reported 
that in PSA-based PC screening in a US population, peri-
odontitis did not correlate with PC risk.

Our study showed that PSA levels in individuals with 
periodontitis were significantly higher than those in men 
without periodontitis but did not correlate significantly 
with the severity of periodontitis. Overall, the mecha-
nism of periodontitis and elevated PSA levels remains 
unclear.

Chronic inflammatory responses catalyzed by differ-
ent mediators play an important role in the pathogen-
esis of periodontitis [30]. Studies have shown that levels 
of C-reactive protein [31], IL-1, IL-6 [32], and TNF-α 
[33] affect inflammation in the host. In the presence of 
inflammation, the integrity of the prostate epithelium 
might be compromised, causing more PSA to leak into 
the blood. Morote et  al. [34] showed that another non-
prostatic source of PSA, such as the periodontium, might 
increase its levels.

Recent studies [35] have reported that the risk of PC 
increases with age. Studies [36] based on the Chinese 
population indicate an incidence of PC in individuals 
50–59, 60–69 and 70–79  years old of 11.6%, 16.4% and 
23.1%, respectively. We chose a representative population 
of Chinese men with a high incidence of PSA-based PC 
screening, performed a dental examination and classified 
the severity of periodontitis rather than conducting a ret-
rospective study, which reduced measurement error.

Several limitations of this study should be consid-
ered. First, this was a cross-sectional study that did not 
permit assessment of either a temporal or causal rela-
tionship between periodontitis severity and high PSA 
levels. Second, we excluded individuals with PC and 
those who reported a diagnosis of prostate disease, but 
we could not completely rule out the presence of undi-
agnosed prostate-related disease among the participants. 
PSA levels are elevated in patients with PC or prostati-
tis, suggesting a correlation between periodontitis and 
PSA levels. Third, a full-mouth recording includes peri-
odontal measurements at six sites per tooth on 28 teeth, 
while excluding third molars is currently regarded as the 
gold standard for clinical examinations. Because of lim-
ited financial and time resources, our epidemiological 
surveys are restricted to partial-mouth recording proto-
cols (PRP), which may result in bias [37–39]. Hence, we 
tried to select a method that included more information 
and less bias and met our resources among all PRPs. In 
addition, the initial age for PC screening remains con-
troversial. Guidelines from The United States Preventive 

Services Task Force (USPSTF) and American Urological 
Association (AUA) guidelines recommend screening for 
men aged 55 to 70 years, whereas early diagnosis guide-
lines from the National Comprehensive Cancer Network 
(NCCN) recommend starting screening at ages 40 to 
45 years and ending screening at 75 years. The European 
Association of Urology (EAU) guidelines recommend 
screening for men over the age of 50 years [40–42]. The 
results may have been affected by the lack of data for 
males 40–50 years old in our study.

Conclusion
After adjusting for confounders, serum PSA levels in 
individuals with periodontitis were significantly higher 
than those in individuals without periodontitis in an 
elderly Chinese male population; however, serum PSA 
levels did not correlate significantly with periodontitis 
severity. Based on the abovementioned limitations, fur-
ther studies are required to strengthen the evidence of 
this correlation and clarify the mechanisms whereby per-
iodontal pathogens or the ensuing inflammation cause 
elevated PSA levels.

Abbreviations
PSA: Prostate-specific antigen; PC: Prostate cancer; ERSPC: European Rand-
omized Study of Screening for Prostate Cancer; PLCO: Prostate, lung, colorectal 
and ovarian; CI: Confidence interval; PD: Probing depth; GR: Gingival reces-
sion; CPI: Community periodontal index; CAL: Clinical attachment loss; BOP: 
Bleeding on probing; CDC/AAP: Centers for Disease Control and Prevention 
and the American Academy of Periodontology; FPG: Fasting plasma glucose; 
BMI: Body mass index; OR: Odds ratio; SD: Standard deviation; USPSTF: United 
States Preventive Services Task Force; AUA​: American Urological Association; 
NCCN: National Comprehensive Cancer Network; EAU: European Association 
of Urology.

Acknowledgements
The authors would like to thank The Second People’s Hospital of Gongshu 
District. The community examination work was organized by the Guidance 
Center for Oral Health of Zhejiang Province, and the site arrangement was 
mainly completed by The Second People’s Hospital of Gongshu District.

Author contributions
All authors conceived of the study and have read and agreed to the published 
version of the manuscript. MM: study design, data analysis, writing manuscript, 
reorganizing figures. HZ: study design, consultant of statistical analysis, revis-
ing manuscript. YX: data collection, data analysis and investigation. DN: data 
collection and investigation. FZ: conceptualization and resources, supervision, 
project administration. QC: conceptualization and resources, supervision, 
project administration. All authors read and approved the final manuscript.

Funding
This work was supported by Natural Science Foundation of Zhejiang Province 
(LZY21F030002), the Fundamental Research Funds for the Zhejiang Provincial 
Universities (2021XZZX033), China Oral Health Foundation (A2021-008) and 
Major Program of National Natural Science Foundation of China (81991500).

Availability of data and materials
After deidentification, individual participant data supporting the results 
reported in this article and a data dictionary are available through correspond-
ence addressed to zfd@zju.edu.cn. Beginning at 3 months and ending at 
5 years following article publication, the study protocol, statistical analysis plan 
and analytic code are available on request from the corresponding author for 



Page 7 of 8Mao et al. BMC Oral Health          (2022) 22:163 	

researchers who provide a methodologically sound proposal. To gain access, 
data requestors will need to sign a data access agreement.

Declarations

Ethics approval and consent to participate
The protocol was reviewed and approved by the Ethics Committee (Ethics 
Approval No. 2021-075). All methods were performed in accordance with rel-
evant guidelines and regulations. All the patients provided informed consent 
for their data to be used for research purposes.

Consent for publication
Not applicable.

Competing interests
The authors declare that they have no competing interests.

Received: 21 January 2022   Accepted: 11 April 2022

References
	1.	 de Boer SP, Cheng JM, Rangé H, Garcia-Garcia HM, Heo JH, Akkerhuis KM, 

Meilhac O, Cosler G, Pussinen PJ, van Geuns RJ, et al. Antibodies to peri-
odontal pathogens are associated with coronary plaque remodeling but 
not with vulnerability or burden. Atherosclerosis. 2014;237(1):84–91.

	2.	 Jiao J, Jing W, Si Y, Feng X, Tai B, Hu D, Lin H, Wang B, Wang C, Zheng S, 
et al. The prevalence and severity of periodontal disease in Mainland 
China: data from the Fourth National Oral Health Survey (2015–2016). J 
Clin Periodontol. 2021;48(2):168–79.

	3.	 Genco RJ, Sanz M. Clinical and public health implications of periodontal 
and systemic diseases: an overview. Periodontol 2000. 2000;83(1):7–13.

	4.	 Highfield J. Diagnosis and classification of periodontal disease. Aust Dent 
J. 2009;54(Suppl 1):S11-26.

	5.	 Slots J. Periodontology: past, present, perspectives. Periodontol 2000. 
2013;62(1):7–19.

	6.	 Frencken JE, Sharma P, Stenhouse L, Green D, Laverty D, Dietrich T. Global 
epidemiology of dental caries and severe periodontitis—a comprehen-
sive review. J Clin Periodontol. 2017;44(Suppl 18):S94-s105.

	7.	 Lim G, Janu U, Chiou LL, Gandhi KK, Palomo L, John V. Periodontal health 
and systemic conditions. Dent J. 2020;8(4):130.

	8.	 Bui FQ, Almeida-da-Silva CLC, Huynh B, Trinh A, Liu J, Woodward J, Asadi 
H, Ojcius DM. Association between periodontal pathogens and systemic 
disease. Biomed J. 2019;42(1):27–35.

	9.	 Marugame T, Katanoda K. International comparisons of cumulative risk of 
breast and prostate cancer, from cancer incidence in five continents Vol. 
VIII. Jpn J Clin Oncol. 2006;36(6):399–400.

	10.	 Liu Z, Jiang Y, Fang Q, Yuan H, Cai N, Suo C, Ye W, Chen X, Zhang T. Future 
of cancer incidence in Shanghai, China: predicting the burden upon the 
ageing population. Cancer Epidemiol. 2019;60:8–15.

	11.	 Shin S, Saito E, Sawada N, Ishihara J, Takachi R, Nanri A, Shimazu T, Yamaji 
T, Iwasaki M, Sasazuki S, et al. Dietary patterns and prostate cancer risk in 
Japanese: the Japan Public Health Center-based Prospective Study (JPHC 
Study). Cancer Causes Control. 2018;29(6):589–600.

	12.	 Stamey TA, Yang N, Hay AR, McNeal JE, Freiha FS, Redwine E. Prostate-
specific antigen as a serum marker for adenocarcinoma of the prostate. N 
Engl J Med. 1987;317(15):909–16.

	13.	 Thompson IM, Pauler DK, Goodman PJ, Tangen CM, Lucia MS, Parnes 
HL, Minasian LM, Ford LG, Lippman SM, Crawford ED, et al. Prevalence of 
prostate cancer among men with a prostate-specific antigen level < or 
=4.0 ng per milliliter. New Engl J Med. 2004;350(22):2239–46.

	14.	 Duskova K, Vesely S. Prostate specific antigen. Current clinical application 
and future prospects. Biomed Pap Med Fac Univ Palacky Olomouc Czech 
Repub. 2015;159(1):18–26.

	15.	 Joshi N, Bissada NF, Bodner D, Maclennan GT, Narendran S, Jurevic R, 
Skillicorn R. Association between periodontal disease and prostate-
specific antigen levels in chronic prostatitis patients. J Periodontol. 
2010;81(6):864–9.

	16.	 Boyapati R, Swarna C, Devulapalli N, Sanivarapu S, Katuri KK, Kolaparthy 
L. Unveiling the link between prostatitis and periodontitis. Contemp Clin 
Dent. 2018;9(4):524–9.

	17.	 Estemalik J, Demko C, Bissada NF, Joshi N, Bodner D, Shankar E, Gupta 
S. Simultaneous detection of oral pathogens in subgingival plaque and 
prostatic fluid of men with periodontal and prostatic diseases. J Peri-
odontol. 2017;88(9):823–9.

	18.	 Bodner DJDT. Periodontal treatment shown to reduce symptoms of 
prostatitis. Dent Today. 2015;34(6):46, 48.

	19.	 Kruck S, Hennenlotter J, Amend B, Geiger M, Filipova E, Neumann T, 
Stuhler V, Schubert T, Todenhofer T, Rausch S, et al. Chronic periodontitis 
does not impact serum levels of prostate-specific antigen. Anticancer 
Res. 2017;37(6):3163–7.

	20.	 Schröder FH, Roobol MJ. ERSPC and PLCO prostate cancer screening 
studies: what are the differences? Eur Urol. 2010;58(1):46–52.

	21.	 Prostate Cancer Group. UTPC: Chinese Anti-cancer Association, Chinese 
Expert Consensus on Prostate Cancer Screening (2021 version). China 
Oncology 2021; 31(5). (in Chinese)

	22.	 Tran DT, Gay I, Du XL, Fu Y, Bebermeyer RD, Neumann AS, Streck-
fus C, Chan W, Walji MF. Assessment of partial-mouth periodontal 
examination protocols for periodontitis surveillance. J Clin Periodontol. 
2014;41(9):846–52.

	23.	 Eke PI, Page RC, Wei L, Thornton-Evans G, Genco RJ. Update of the case 
definitions for population-based surveillance of periodontitis. J Periodon-
tol. 2012;83(12):1449–54.

	24.	 Eke PI, Borgnakke WS, Genco RJ. Recent epidemiologic trends in peri-
odontitis in the USA. Periodontol 2000. 2020;82(1):257–67.

	25.	 Montero E, Carasol M, Fernandez-Meseguer A, Calvo-Bonacho E, Garcia-
Margallo MT, Sanz M, Herrera D. Prediabetes and diabetes prevalence in 
the Workers’ Oral Health Study. Clin Oral Investig. 2019;23(12):4233–41.

	26.	 Chen Y, Chen X, Dang G, Zhao Y, Ouyang F, Su Z, Zeng J. Hypertension 
criterion for stroke prevention–to strengthen the principle of individuali-
zation in guidelines. J Clin Hypertens (Greenwich). 2015;17(3):232–8.

	27.	 Huang Y, Michaud DS, Lu J, Carter HB, Platz EA. The association between 
clinically determined periodontal disease and prostate-specific antigen 
concentration in men without prostate cancer: the 2009–2010 National 
Health and Nutrition Examination Survey. Cancer Causes Control. 
2019;30(12):1293–300.

	28.	 Lee JH, Kweon HH, Choi JK, Kim YT, Choi SH. Association between peri-
odontal disease and prostate cancer: results of a 12-year longitudinal 
cohort study in South Korea. J Cancer. 2017;8(15):2959–65.

	29.	 Michaud DS, Lu J, Peacock-Villada AY, Barber JR, Joshu CE, Prizment AE, 
Beck JD, Offenbacher S, Platz EA. Periodontal disease assessed using clini-
cal dental measurements and cancer risk in the ARIC study. J Natl Cancer 
Inst. 2018;110(8):843–54.

	30.	 Tonetti MS, Van Dyke TE. Periodontitis and atherosclerotic cardiovascular 
disease: consensus report of the Joint EFP/AAP Workshop on Periodonti-
tis and Systemic Diseases. J Clin Periodontol. 2013;40(Suppl 14):S24-29.

	31.	 Noack B, Genco RJ, Trevisan M, Grossi S, Zambon JJ, De Nardin E. Peri-
odontal infections contribute to elevated systemic C-reactive protein 
level. J Periodontol. 2001;72(9):1221–7.

	32.	 Loos BG, Craandijk J, Hoek FJ, Wertheim-van Dillen PM, van der Velden 
U. Elevation of systemic markers related to cardiovascular diseases 
in the peripheral blood of periodontitis patients. J Periodontol. 
2000;71(10):1528–34.

	33.	 Nishimura F, Iwamoto Y, Mineshiba J, Shimizu A, Soga Y, Murayama Y. 
Periodontal disease and diabetes mellitus: the role of tumor necrosis 
factor-alpha in a 2-way relationship. J Periodontol. 2003;74(1):97–102.

	34.	 Morote J, Lopez M, Encabo G, de Torres IM. Effect of inflammation and 
benign prostatic enlargement on total and percent free serum prostatic 
specific antigen. Eur Urol. 2000;37(5):537–40.

	35.	 Carlsson S, Assel M, Ulmert D, Gerdtsson A, Hugosson J, Vickers A, Lilja H. 
Screening for prostate cancer starting at age 50–54 years. A population-
based cohort study. Eur Urol. 2017;71(1):46–52.

	36.	 Wu TT, Huang JK. The clinical usefulness of prostate-specific antigen 
(PSA) level and age-specific PSA reference ranges for detecting prostate 
cancer in Chinese. Urol Int. 2004;72(3):208–11.

	37.	 Owens JD, Dowsett SA, Eckert GJ, Zero DT, Kowolik MJ. Partial-mouth 
assessment of periodontal disease in an adult population of the United 
States. J Periodontol. 2003;74(8):1206–13.



Page 8 of 8Mao et al. BMC Oral Health          (2022) 22:163 

•
 
fast, convenient online submission

 •
  

thorough peer review by experienced researchers in your field

• 
 
rapid publication on acceptance

• 
 
support for research data, including large and complex data types

•
  

gold Open Access which fosters wider collaboration and increased citations 

 
maximum visibility for your research: over 100M website views per year •

  At BMC, research is always in progress.

Learn more biomedcentral.com/submissions

Ready to submit your researchReady to submit your research  ?  Choose BMC and benefit from: ?  Choose BMC and benefit from: 

	38.	 Kingman A, Susin C, Albandar JM. Effect of partial recording proto-
cols on severity estimates of periodontal disease. J Clin Periodontol. 
2008;35(8):659–67.

	39.	 Machado V, Botelho J, Mascarenhas P, Cavacas MA, Alves R, Mendes JJ. 
Partial recording protocols performance on the assessment of peri-
odontitis severity and extent: bias magnitudes, sensibility, and specificity. 
Revista Portuguesa De Estomatologia Medicina Dentaria E Cirurgia 
Maxilofacial. 2018;59(3):145–53.

	40.	 Grossman DC, Curry SJ, Owens DK, Bibbins-Domingo K, Caughey AB, 
Davidson KW, Doubeni CA, Ebell M, Epling JW Jr, Kemper AR, et al. 
Screening for prostate cancer: US preventive services task force recom-
mendation statement. JAMA. 2018;319(18):1901–13.

	41.	 Carter HB, Albertsen PC, Barry MJ, Etzioni R, Freedland SJ, Greene KL, 
Holmberg L, Kantoff P, Konety BR, Murad MH, et al. Early detection of 
prostate cancer: AUA guideline. J Urol. 2013;190(2):419–26.

	42.	 Mottet N, van den Bergh RCN, Briers E, Van den Broeck T, Cumberbatch 
MG, De Santis M, Fanti S, Fossati N, Gandaglia G, Gillessen S, et al. EAU-
EANM-ESTRO-ESUR-SIOG Guidelines on Prostate Cancer-2020 Update. 
Part 1: screening, diagnosis, and local treatment with curative intent. Eur 
Urol. 2021;79(2):243–62.

Publisher’s Note
Springer Nature remains neutral with regard to jurisdictional claims in pub-
lished maps and institutional affiliations.


	Correlation between periodontitis and prostate-specific antigen levels in the elderly Chinese male population
	Abstract 
	Background: 
	Methods: 
	Results: 
	Conclusions: 

	Background
	Materials
	Study design
	Population
	Oral and periodontal examination
	Measurement of serum PSA concentration
	Covariates
	Statistical analysis

	Results
	Discussion
	Conclusion
	Acknowledgements
	References


